We note the finding of coronary intimal thickening in a surprising proportion of fetuses by groups in both Greece and Argentina 1,2 and their conclusion that this observation provides support for the "fetal origins of adult disease" hypothesis. 2 We support their findings with our own observation of hyperplasia of the tunica media of the umbilical artery in the first 5 cm of the fetal umbilical cord that suggests evidence of fetal "hypertension" (Figure 1 ) Passive transfer of vasopressor substances, for example, adrenaline, noradrenaline, cortisol, and so on, from mother to her baby may be sufficient to produce these anatomic changes, rather than any degree of "fetal programming", as originally described in the "fetal origins of adult disease" hypothesis. 3 Fetal "hypertension" may be detectable antenatally, as the syndrome includes high umbilical artery velocities during antepartum Doppler studies, oligohydramnios, histologic changes in the umbilical arteries, and intimal thickening in the coronary arteries. These babies merit careful evaluation at birth and subsequent follow-up to detect neonatal and pediatric hypertension.
. Enlargement of the umbilical artery with marked hyperplasia of the tunica media and disruption of the internal elastic lamina at the fetal end of the umbilical cord in a woman with chronic hypertension: (A) normal, (B) hypertension (HE). 
